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(0.51 + 0.08 vs 1.12 + 0.31; p < 0.01) butnot for D: Vlacf (0.82 +’0.32 vs
0.75 + 0.46; p = 0.334), CSlact (0.44• 0.24 vs 1.12 + 0.41; p = 0.083) and
Alaot (0.54+ 0.34 vs 0.73 * 0.41; p = 0.083). When the difference between
Alaof and CSlact was calculated, all pts showed lactate extraction under rest
conditions and turned to lactate production during A and D infusion. Lactate
pmduefion was present at least 15 min after termination of both, A and D
infusion without a significant difference within the groups. The sensitivity of
A and D stress echo for detecting CAD was 82% versus 84%, respectively
(not significant).
Cone/usiomBothdrugswere highly sensitive indetaofing newlydeveloped
wall motion abnormalities diagnostic for CAD. In all pts with CAD, D and A
cause lactate production for at least15 min after the end of the administration.
In contrast to D, A also causes a significant elevation of peripheral venous
lactate Ievelsdueto ischemia inexfracardial tissue. Becauseof the increasing
use of A in stress echocerdiography theclinicel importance of this newfinding
remains to be determined.
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n7933 Assessment of Collateral Blood Flow Distribution
During Myocardlal Ischemia With Streaa Myocardlal
Contrast Echocardiography in Humsns
Y. Sakata, K. Kodama, Y.-J. Lim i, F. lshikura, A. Hirayama. Osaka Police
,40spifa/,Osaka, Japan, 1Kawachi Gerrerzr/Hospital, F/igasfri-Osaka,Japan
Unlike intheanimal experiments, howthe collateral perfusion supply changes
during myoeerdial stress and protects against ischemia has not been evalu-
ated in humans. To assess the dynamic mllateral function against increased
myocardial oxygen demand, myocardial Contrasteohocardiographyand rapid
atrial pacing were conduofed in 20 patients with angiographically significant
coronary collaterals to the occluded left anterior descending coronary artery
from the right coronary artety. Sonicsted contrast material was injected to
the right coronaIy artery before and during pacing to determine the peak
background-subtracted contrast intensity (PCI) in the occluded bed as a pa-
rameter of collateral blood flow. Regional wall motion (RWM) was assessed
bytwodimensional echooardiogrephy,graded on a5-point scale (O= normal
to 4 = dyskinetic). PCI before pacing ranged from 0.15 to 61.6 U, mean 14.1
U, and was significantly correlated with RWM before pa~ng (p < 0.05) but
not with RWM during pacing. PCI was significantly decreaaad during pacing
(P= 0.01, ran9e 0.0 to 33.0 U, mean 7.9 U) and was significantly correlated
with RWM during pacing (p < 0.01). Deterioration of RWM was not corre-
lated with the PCI before or during pacing, but was closely related with the
O/.decrease in PCI during pacing (p < 0.05). These findings suggestad that
1) RWM was associated with collateral blood flow before or during stress,
and 2) a significant decrease in collateral blood flow was associated with
provocation of myocardial ischemia. In conclusion, strese MCE enabled us
simultaneous asaeesment of dynamic changes in collateral perfusion and
regional function in patiente with coronaty artery disease.
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n7934 The Flow-Function Relationship in Patients withChronic Coronary Artery Disease and Reduced
Resting Function: a Positron Emission Tomography
and 2d-Echocardiography Study with Coronary
Vasodilator Strass
G. Parodi, M.A. Torres, R. Sicari, A. Giorgetti, O. Parodi, E. Picano. CfVr?
hrstitute of Clinical Physiology Pisa, Italy
in order to elucidate the flow correlates underlying the speclrum of me-
chanical reeponses of segments with resting dysfunction during vasodilator
atrese, 17 patients with coronary artery disease and left ventricular dysfunc-
tion undetwent evaluation of regional function (2D-eohocsrdiogrephy) and
myocardial blood flow by positron emiesion tomography (PET) and N13-
ammonia both at rest and following dipyridamole (DIP, 0.56 mg/kg over 4’).
Forty segmenta with resting dysfunction oould be evaluated. Each segment
wee soorad from 1 = norrnal/hyperkinetic to 4 = dyskinetic. Four patterns of
eohooerdiographic response were identified: “normal” (regional wall motion
soore, RWMS: rest = 1, DIP= 1), n = 45; “ischemic” (RWMS: rest >1, DIP
> rest), n = 9; “responders” (resting eoore >1, improvement 21 grade), n
. 11; “non-responders” (resting score >1, no change), n = 20. In “normal”
segments there was an increase in flow (rest= 0.8& 0.2 vs DIP = 1.9+ 0.9
mUmin/g, p = 0.01) with a hyperkinetic Contradion Pattern. “Responders”
showed an upeloping flow-function respcmse”during stress, i.e. increased
function (RWMS: rest= 2.5 * 0.5 vs DIP = 1.2 + 0.4) and flow (rest= 0.7
& 0.3 vs DIP = 1.9 * 1.4 mumitig, p = 0.01); “non-responders” had a flat
flow-function reeponee, i.e. fixed funofion (RWMS: reat and DIP= 2.6+ 0.5)
and no flow increase (reat = 0.6 + 0.2 vs DIP = 0.9 + 0.5 ml-/min/g, p =
ns); “ischemic” segments exhibitad a downsloping flow-function reaponse,
i.e. worsened funotion (RWMS: reet = 2 A 0.5 vs DIP = 3.1 + 0.6) and no sig-
nifioent flow change (rest= 0.7+ 0.3 vs DIP =0.8 + 0.2 mUmirt/g, p = ns). In
conclusion, myocardial segments with a resting dysfunction and a contractile
resetve more often exhibit a residual flow reserve, whereae segments with
a fixed or woes.aningmechanical pattern show a flat flow reeponse during
corona~ vasodilator stress.
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m7935 Progression of Mitral Regurgitation and Left
Ventricular Remodeling: A Quantitative Doppler
Echocardiographic Study
M.E. Sarano, A. Rossi, K.W. Klarich, J.B. Seward. Mayo Clink Rochester
Minnesota, USA
Mitral regurgitation (MR) due to intrinsic valvular disease causea left ventric-
ular (LV) enlargement but the progression of the degree of regurgitation and
the progression of the degree of MR and of LV remodeling occurring with time
is yet unknown. In 21 patients (65 + 7 years, 17 males) Doppler echocardio-
graphic quantitation of MR and LV volumes and function wae repeated 1.1
+ 1.3 years apart. At time of repeat evaluation no change in blood preasure
(132 +16 vs 135+11 mrnfHg, P = 0.38) and heatt rate (68+9 vs 72 + 11
bpm, P = 0.19) were noted-Changes were:
Variables First Evaluation Second Evaluation P
Regurgitantvolume (ml) 81 k 47 97 s 48 0,005
Regurgitantfraction(O/.) 48& 15 55+ 14 OJXX3
Effectiveregurgitantorifice 54* 34 87& 44 0.016
End diastolicvolume(ml/mz) 124 *33 134 *37 0.01
End syatolicvolume(ml/m2) 43* 15 48* 21 0.14
Electionfraction(“/0) 66+ 7 65& 8 0.72
Endsystolicwall stress (g/cm2) 170 i 35 169 +33 0.s4
The change in volume overload was highly variable (regurgitant volume
changes from –13 ml to +97 ml) and ahowed no correlation to changes in
left ventricular function (P > 0.10)
/n corrc/usion: In chronic mitral regurgitation over a one year period: 1)
marked changes in regurgitant volume but also effective regurgitant orifice
are observed with 2) a mild increase in left ventricular eize but no measurable
change in function 3) observation of wide individual variability suggesting
that regular quantitation of regurgitation is clinically relevant to assess the
progression of volume overload and left ventricular remodeling in mitral
regurgitation.
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1793-61Near Norma,i~tionofLV MaasFo,,owin9 Toronto
Stentless Porcine Valve Aortic Valve Replacement
H. Rakowski, C.D. Gresser, S.C. Siu, B.L. Strangemore, T.E. David. Toronto
Hospita/, Toronto, Canada
Aortic valve replacement (AVR) with atented tissue and metal prostheses
results in persietingly abnormal aortic valve areas (AVA) and incomplete
regression of LV hypertrophy (LVH). The Toronto Stantless Porcine valve
(SPV) allows insertion of larger valve sizes and greater potential for LVH
regression. The clinical and echo outcomes of 167 consecutive pts (age 62
+ 11yrs, 115 men) undergoing SPV AVR were prospectively etudied ae patt
of an FDA protocol. Pre-operative NYHA class was 2-4 in 48Y0.LV maas
index (LVMI,g/m2) and AVA (cmz)were assessed prior to discharge (B), and
at 3-6, 12, 24 months (m) postop. Results:
B 3-6m 12 m 24 m
!% 167 154 137 95
LVMI 121 l 40 111* 35* 104 * 30” 98 +26*
AVA 2.0+0.5 2.0 + 0.5 2.2 + 0.6*2.210.6*
*p <0.002 comparedto B
Freedom from reoperation orcardiac death was 99% at 24 m; all survivors
were in NYHA claes 1-2. SPV design allowed insertion of larger valve aizes
(27 or 29) in 65% of pts. LVMI decreased at follow-up as early as 3-8 m
postoperatively.AVAincreased further by 12mandwas larger than previously
reported for stented or metal valvee; AVA varied with valve size (2%’25,1.8
+ 0.5; 27, 2.2 + 0,4, 29; 2.5 * 0.7). Theee changee in LVMI and AVA were
also evident when the study group was stratified by gender and SPV size.
At 24 m near normalization of LVMI occurred for each SPV size and gender.
Cone/usions:The SPVvalve permitted the use of Iargevalvesizee, with large
effeetive AVA, and persistent near normalization of LVMI.
